Dear Editor:
We read with great interest article titled BMagnetic resonance imaging (MRI) findings of bilateral thalamic involvement in severe paroxysmal sympathetic hyperactivity (PSH): a pediatric case series^by Mrkobrada, et al. [4] . The authors conclude that damage to bilateral thalami may be required for symptom development in the pathophysiology of severe (PSH), based on their experience of three cases in children. In their series besides thalami, cortex, subcortical white matter, caudate and putamen were also involved.
The central autonomic network is distributed in the entire neuraxis, and widespread disruption of this network leads to PSH. The neuroanatomical basis cannot be ascertained, and involvement of thalami cannot be categorically stated in the pathophysiology of PSH. We have reported PSH in children with severe traumatic brain injury and moyamoya disease [1, 2] . The MRI in children with TBI revealed diffuse axonal injury, indicating widespread disruption of central autonomic network. In the child with moyamoya disease, imaging finding was of bilateral middle cerebral artery ischemia involving insula, which is a part of central autonomic network.
In a diffusion tensor imaging study of patients with PSH, decreased fractional anisotropy in the splenium of the corpus callosum and in the posterior limb of the internal capsule discriminated PSH vs no PSH with excellent accuracy [3] . There is a need of more studies to conclude the anatomical basis of PSH in brain injury.
